Dear Editor, Cryotherapy can be used for endoscopic management of tracheobronchial obstruction. Its use has been described for treatment of obstructing malignant lesions or foreign bodies. [1] A flexible cryoprobe uses nitrous oxide as a cryogen via a fiberoptic bronchoscope to facilitate retrieval of foreign body from the airways; moreover, the probe freezes and adheres to the target material allowing for its removal en bloc with removal of the bronchoscope. [2] Its use in the critical care setting is discussed below in the management of obstructing clot burden secondary to diffuse alveolar hemorrhage.
A 45-year-old female who presented for aortic dissection repair via left thoracotomy. She was unable to be weaned off of bypass secondary to pulmonary contusions and concern for pulmonary hemorrhage; venoarterial (VA) extracorporeal membrane oxygenation (ECMO) was placed intraoperatively. She remained on VA ECMO for 4 days postoperatively. However, after decannulation she developed adult respiratory distress syndrome and was unable to maintain adequate oxygenation despite efforts with oscillatory ventilation. As a result, venovenous (VV) ECMO was initiated. She subsequently developed diffuse alveolar hemorrhage that manifested as large blood clots throughout the tracheobronchial tree completely obstructing the airway, necessitating nearly daily bronchoscopy without resolution [ Figure 1 ]. Furthermore, the clot could not be removed either with suction or biopsy forceps. Cryotherapy was employed to attempt to remove the clot burden and ameliorate her respiratory failure. Cryotherapy was performed in the trachea, left mainstem bronchus, right mainstem bronchus, the right upper lobe (RUL), left upper lobe (LUL), and in the left lower lobe (LLL) of the lung. There were 10 cryoprobe applications to the airway and each application was for 20 s. Extensive clots were removed, but some still remained in the RUL and LLL [ Figure 2 ]. Overall, the post procedure lumen size was substantially improved as compared to before the procedure.
In this case, cryotherapy had the advantage of aiding the removal of the extensive clot burden in the tracheobronchial tree without further damage to the already friable mucosa. Freezing of the target is dependent upon water content and as such, cartilage and fibrous tissues are spared, reducing the risk of airway perforation. Moreover, cryotherapy has hemostatic effects and so the risk of bleeding is also reduced. [3] Its safety profile and effectiveness make it an excellent choice for removal of clot burden in the setting of diffuse alveolar hemorrhage. Renal leak; mechanism of hypercalciuria in short-term immobilization
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Dear Editor, Hypercalciurai is daily urine excretion of calcium beyond 4 mg/kg or calcium to creatinine excretion over 0.21 randomly. [1] Hypercalciuria incidence in healthy children varied. [2] immobilization is a common cause of hypercalciuria. [3] We studied 40 critically ill children were immobilized and starved for their disease. In short term (5 days), their serum calcium in both total (8.4 ± 0.8 vs 8.6 ± 0.6 mg/dl) and ionized (4.1 ± 0.4 vs 4.2 ± 0.3 mg/dl) was not changed while serum phosphor decreased significantly, it was 0.5 mg/dl in average (4 ± 1 vs 3.5 ± 0.8, P 0.02). Calcium excretion in 1 st day in compared to control was (0.31 ± 0.3 vs 0.1 ± 0.08, P 0.03). This measure in 5 th day of observation was (0.37 ± 0.4 vs 0.1 ± 0.08, P 0.003) Hypercalciuria occurs in 10% of control group and 51% in 1 st day (0.001) and 54% in 5 th day. Urinary sodium excretion in cases with hypercalciuria was higher but the excretion rate was more significant in 1 st day compared to 5 th day. In contrast to 1 st day of observation in 5 th day, hypercalciuria occurred more significant in lower age [ Table 1 ]. Resorptive hypercalciuria in immobilization may happens due to parathyroid and 1-25 dihydroxyvitamin D axis mechanism.
[4] The time for hypercalciuria evolving is short because in a case report in a 10-year-old boy nephrolithiasis was observed after immobilization for 8 days. [3] As our study in critical ill child hypercalciuria occurs so soon in 1 st days of disease in near half of cases while the serum calcium both total and free part were not differed in both hypercalciuric and normal calcium excreted groups. In fact, this show that mechanisms of hypercalciuria in immobilized ill children is a common and complex matter beyond that theories which suggested earlier, it may be due to increase serum cytokine levels which derange calcium metabolism in inflammatory conditions by secretion of interleukin1 and tumor necrosis factor-α which play role in bone resorption in special conditions like as malignancies.
[5] Other studies in adults describe hypercalciuria starts at 4 th week of immobilization the mechanism of hypercalciuria in this group people are attributed to resorptivehypercalciuria which lead to hypercalcemia, hyperphosphatemia beside to renal phosphor threshold and in prolonged time with decrease renal function calcium filtration decreases which aggrevate hypercalcemia.
[4] We show hypercalciuria appear short term after immobilization and serum calcium both total and free not changed. Serum phosphor also drops 0.5 mg/dl in 5 days without effecting in hypercalciuria incidence or severity which is not related to reabsortive phenomena because all patients were starved or resorptive as serum calcium was not changed and activation of parathyroid axis activity takes time to activate while renal leak hypercalciuria mechanism by act of unknown mechanism like as cytokines similarly to what occur in malignancies [5] can be involve in this phenomena which lower age are more vulnerable to hypercalciuria in longer immobilization 5 days as our study. ALP=Alkaline phosphatise
